Dipyrithione attenuates oleic acid-induced acute lung injury.
Dipyrithione (PTS2) has been shown to possess anti-bacterial and anti-fungal activities. Our previous study indicated that PTS2 inhibited iNOS and COX-2 up-regulation in response to LPS in RAW264.7 cells and protects mice against endotoxic shock. In the present study we observed effects of PTS2 on mouse acute lung injury (ALI) model induced by oleic acid (OA) to analyze the anti-inflammatory activities of PTS2 further. The morphological results showed that the OA induced a marked lung injury and this symptom was attenuated by PTS2. Furthermore, treatment mice with PTS2 significantly alleviated OA-induced microvascular leakage, and augment of MPO activity in lung tissue and level of IL-1β in BALF. Immunohistochemical observion displayed that PTS2 inhibited OA-induced enhanced expression of VCAM-1 and ICAM-1 in lung tissue. These findings suggest that PTS2 attenuates lung inflammation and suppresses OA-induced acute lung injury in mice.